Hypertonic sodium acetate treatment of hemorrhagic shock in awake rats.
Hypertonic sodium acetate has recently been suggested for treatment of hemorrhagic shock. In the present study, the effectiveness of hypertonic sodium acetate (HA) was studied. In controlled hemorrhagic shock, arterial bleeding was followed by a fall in mean arterial pressure (MAP) to 60 +/- 8 mmHg (p < .001). A similar fall in MAP was observed in all animals. Infusion of hypertonic saline (HTS) led to an increase in MAP to 85 +/- 4 mmHg (p < .005) after 30 min, while infusion of hypertonic sodium acetate (HA) was followed by a rise in MAP to 72 +/- 4 mmHg (p < .05), which was significantly lower than in group HTS-treated animals (p < .05). In uncontrolled hemorrhagic shock, arterial bleeding was followed by a fall in MAP to 86 +/- 7 mmHg (p < .001). A similar response was observed in all animals. Infusion of HTS was followed by a further fall in MAP to 47 +/- 8 mmHg (p < .01) after 60 min. Infusion of HA was followed by a fall in MAP to 51 +/- 4 mmHg (p < .01). In the untreated group, MAP decreased to 63 +/- 5 mmHg, which was significantly higher than the HTS (p < .05)- and HA (p < .05)-treated groups. The mortality rate after 4 h was 50% in the HA-treated (p < .05) and 75% in the HTS-treated (p < .01) groups. It is concluded that, in awake rats in CHS, both HTS and HA led to a rise in MAP but the response to HTS is significantly higher. In UCHS both HTS and HA led to increased bleeding from injured blood vessels, a fall in MAP, and increased mortality.